SUMMARY To evaluate the prevalence of lacunar syndromes due to non ischaemic causes 97 consecutive patients with recent (< 72 hours) onset of a recognised lacunar syndrome were studied.
visited by one of us at the emergency room of our hospital from 1 August 1983 until 31 January 1987, who presented with a recognised lacunar syndrome (pure motor hemiparesis, pure sensory stroke, ataxic hemiparesis, dysarthria-clumsy hand syndrome, hemiballism) of recent (< 72 hours) onset and no history of previous stroke.
All patients received neurological and general examinations, and they were screened for the presence of cerebrovascular risk factors such as hypertension (blood pressure higher than 160/90 mm Hg or regular use of antihypertensive drugs), smoking (10 or more cigarettes per day), diabetes (fasting blood sugar levels higher than 140 mg% or regular use of antidiabetic drugs), hyperlipidaemia (plasma cholesterol and/or triglycerides higher than 280 mg% and 200 mg%, respectively), cardiac disease (valvular and coronary heart disease, atrial fibrillation, or other clinically relevant arrhythmias) and occurrence of previous transient ischaemic attacks (TIA) .
A CT scan was performed in all patients on admission using an EMI 1010 unit, and it was repeated later if appropriate. All patients were then followed up until death or for at least three months. Patients whose CT scan showed either no focal abnormality or appropriate small deep hypodense areas and who experienced no further symptoms were diagnosed as having lacunar infarction. Patients with a pathological CT scan which was not compatible with lacunar infarction and those who presented a worsening of their symptoms or new attacks underwent further studies as deemed appropriate (CT scan with intravenous contrast in eight cases, CSF examination in one case, cerebral angiography in two cases, cortical evoked potentials in one case, and MRI of the head in one case), until a final diagnosis was established.
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Results
Out of our 97 patients, 74 presented with a pure motor hemiparesis, six with pure sensory stroke, 10 with ataxic hemiparesis, five with dysarthria-clumsy hand syndrome, and two with hemiballism. In nine cases (9-3%) investigations revealed a non ischaemic pathogenesis of the symptoms. A non enhanced CT scan demonstrated four small haemorrhages in the basal ganglia: two of these patients were hypertensive, whereas extensive investigations revealed no apparent cause in the other two cases. Another non-hypertensive haemorrhage was located deep in the right parietal lobe; in this case, the presence of an aneurysm at angiography together with echocardiographic evidence of mitral valve vegetations and with positive blood cultures led to diagnosis of a ruptured mycotic aneurysm. In three other cases CT with contrast enhancement demonstrated the presence of a left subdural haematoma and of two mass lesions which at neurosurgery were diagnosed as a cerebral abscess and a glioblastoma, both located in the right frontal lobe. In the ninth case, a 48 year old woman, occurrence of isolated sixth nerve paresis five weeks after her pure motor stroke prompted execution of MRI, which showed several hyperintense lesions on T2 24 which allows the probability of stroke being due to infarction or haemorrhage to be calculated from a number of clinical variables, indicates a >90% probability of cerebral infarction if it is lower than 4. Yet, all our non ischaemic patients had scores <4, owing to the paucity of their symptoms, which were compatible with a typical lacunar syndrome. A history of hypertension was significantly more frequent among our ischaemic patients, and its positive predictive value in diagnosing lacunar infarction was 96-6%. However, two of our hypertensive patients had intracerebral haemorrhage; Mori et af' found hypertension in 17 of their 19 haemorrhagic patients presenting with lacunar syndrome, and six ofthe seven haemorrhagic patients with pure motor hemiparesis reported by Weisberg and Wall25 were also hypertensive. Moreover, the negative predictive value associated with the presence of hypertension was very low in our study group, with an inadequate diagnostic yield. Although none of our non ischaemic patients had experienced previous transient ischaemic attacks (TIA), the combination of this feature with hypertension would only marginally improve the positive predictive value of the diagnosis of lacunar infarct to 97 1%, and the negative predictive value would remain very low (25 9% 
